Of the myriad of different lesions inflicted on DNA, double-stranded breaks (DSBs) are, arguably, the most toxic. Their detection and repair is achieved through a complex cascade of events that requires the timely recruitment of a large number of proteins and complexes at and around the damage site. Key to many of these processes is the Mre11/Rad50/Nbs1 (MRN) complex that plays a number of roles in repair of the break and a plethora of signalling events that are, by and large, rather poorly understood.
